reviewed 18 patients and found two cases of polyuria and polydipsia, one of which was transient. 8 Haddock et al found two cases of transient polyuria and polydipsia among 50 patients. 9 There has never been a systematic study of antidiuretic function in Sheehan's syndrome and we therefore attempted to investigate a homogeneous series of patients. We report the data obtained using the combined dehydration and argininevasopressin test.
Subjects and methods
Twenty patients with the characteristic clinical picture of panhypopituitarism of slow onset after haemorrhagic delivery were included in the study. Total failure of the anterior pituitary was confirmed by a combined luteinising hormone releasing hormone-thyrotrophin releasing hormone-insulin stimulation test. Blood samples were collected every 20 minutes for two hours for determination of follicle stimulating hormone, luteinising hormone, thyroid stimulating hormone, prolactin, growth hormone, cortisol, and adrenocorticotrophic hormone (ACTH) concentrations. In addition, corticotrophin deficiency was confirmed by a lack of response of the plasma ACTH concentration and urinary 1 In all these results the differences between the two groups were highly significant (p<0 001) (figs 1 and 2).
Discussion
The response to the dehydration test was clearly abnormal in these patients. Compared with the control group they required longer to reach their maximal osmolality, which remained lower. After administration of desmopressin urine osmolality increased significantly more in the patients.
These results are compatible with a defect in antidiuretic function in Sheehan's syndrome. This defect was probably partial, since all the patients reached a maximum urine osmolality of at least 500 mmol/kg with negative free water clearance, and administration of desmopressin induced an increment in urine osmolality of +9 5% compared with-2 50 in the control group.
In three patients the percentage increase was in the normal range. These patients had the highest concentrations, though their maximal urine osmolality remained lower than that of the normal subjects. This may be explained by the hypersensitivity to arginine-vasopressin of patients with diabetes insipidus. Patients deficient in arginine-vasopressin are more sensitive to this hormone,12 so that any residual endogenous secretion might result in a subnormal urinary concentration which cannot be increased by exogenous administration." This abnormal sensitivity to arginine-vasopressin and the concentration defect, invariably present in polyuria-polydipsia whatever the aetiology, hinders the distinction by indirect testing between partial diabetes insipidus and primary polydipsia," although this was not the experience of Milles et al. '4 In any event, this difficulty was unlikely to have affected the results in our patients, whose similar patterns of response indicated a homogeneous group. Furthermore, their higher serum osmolality also suggested argininevasopressin deficiency.
Finally, measurements of urinary excretion of argininevasopressin after stimulation with hypertonic saline'5 yielded low concentrations in all the patients.
In conclusion, diabetes insipidus seems to be much more frequent in Sheehan 
